Definite identification of the chromosome involved in E trisomy (Edward's syndrome; Edwards et al, 1960) and in various structural alterations of the 17/18 autosomes has often been difficult on purely morphological grounds (Hamerton, 1971) . Autoradiographic evidence that chromosome No. 18 completes synthesis later than No. 17 (Giannelli and Howlett, 1967) and that the extra chromosome in E trisomy is similarly late-replicating (Yunis, Hook, and Mayer, 1964) has supported Patau et al (1961) in defining this chromosome as a No. 18. This evidence was further supported by the demonstration that specific damage induced by adenovirus type 12 in chromosome No. 17 is only found in two of the five 17/18 autosomes in E trisomy (McDougall, 1970) .
A recent report by Bobrow and Pearson (1971) described the use of fluorescent chromosome staining (Caspersson et al, 1970) using the method recommended by Edwards (1960) . The skin was cut into small pieces which were placed under a sterile glass coverslip in a 5-cm plastic Petri dish together with 5 ml of F10 medium (Ham, 1963) supplemented with 10% tryptose phosphate broth (Difco) and 20% fetal calf serum (flow). The cultures were incubated at 370 C in a 5% CO2 in air atmosphere. The cell outgrowths could be trypsinized after 2-3 weeks and reseeded into fresh dishes.
Virus. Adenovirus type 12 (Huie strain) was grown in human embryonic kidney (HEK) cells and purified by three successive centrifugations to equilibrium in caesium chloride (McDougall, Dunn, and Jones, 1972) . The infectivity of the virus was calculated from titrations in HEK cells.
Cytogenetic Studies. Cells were seeded in 5-cm plastic Petri dishes at 5 x 105 cells/dish in 5 ml ofmedium. After 48 hours incubation at 370 C the monolayers were washed twice with phosphate-buffered saline (PBS) and infected by absorbing 2 x 106 infectious units (plaque forming units) of adenovirus type 12, in 0-2 ml of PBS, for 3 hours at 37°C. After the adsorption period the monolayers were washed with PBS before adding 5 ml of medium and re-incubating at 370 C for 24 hours. At 23 hours post-infection 0 5 ml (0 02%) colchicine was added to each culture to arrest cells in metaphase. The procedure for making chromosome preparations at 24 hours post-infection has already been described (McDougall, 1970 Representative E group chromosomes from the three types of cytogenetic abnormality are shown in Fig. 1 . The effects of adenovirus type 12 on the 17/18 chromosomes of these cases are summarized in Table I . It can be seen that the virus induces specific damage to two E group chromosomes in a high proportion of cells from all these cases. The site of the aberration is consistently in the same position on the long arms of this chromosome (Fig.  2) . As in the two cases previously reported (McDougall, 1970) , the specific virus-induced lesion was never found in more than two autosomes in any cell from the E trisomy cases.
The numbers of cells from cases 5, 6, and 7 with damage to two 17/18 autosomes are shown in Table II Hausen, 1967; McDougall, 1970 McDougall, , 1971a McDougall, , and 1971b . Further confirmation of this specificity is given by the fact that the two E group autosomes with adenovirus-12 specific damage have the typical banding pattern of No. 17 chromosomes when stained by the 'ASG' method (Fig. 4) .
The precise nature of the virus-induced aberration ABERRATIONS IN (McDougall, 1971a) . Kit, Nakajima, and Dubbs (1970) have shown that the thymidine kinase induced by adenovirus is host-specified and that the virus does not induce this enzyme in cells deficient in thymidine kinase. Boone, Chen, and Ruddle (1972) have recently confirmed the earlier reports assigning the locus for thymidine kinase in human cells to chromosome No. 17 (Migeon and Miller, 1968; Boone and Ruddle, 1969) (Polani, 1969; Hamerton, 1971) (Hamerton, 1971) .
